Accumulating evidence suggests that normal and malignant lymphoid cells, although not generally thought of as target organs for sex hormones, may interact with these substances. For example, exogenous oestrogen adversely affects survival of AKR mice with spontaneously occuring leukaemia (Srinivasan et al., 1982) . Moreover, this effect has been postulated to be mediated by sex hormone receptors which have been demonstrated in normal human lymphocytes as well as human and murine leukaemic lymphoblasts (Vigersky et al., 1981; Cole et al., 1983; Danel et al., 1981; Salmon & Vistica, 1979) . We studied the effects of oestradiol (E2), tamoxifen (tam), a synthetic anti-oestrogen, and dihydrotestosterone (DHT) on proliferation of MOLT 4, a cell line derived from an adolescent with acute lymphoblastic leukaemia (ALL) . MOLT Among children with acute lymphoblastic leukaemia, sex is know to influence the incidence of the disease and its prognosis. ALL is seen with increasing frequency in boys compared to girls after the first year of life (Cooke, 1933) ; among patients with T-cell ALL, 4/5 are pubertal males (Sen & years) and 2/9 males with ALL (6 months-16 years, 9M E2 shown). In control wells containing median age 11 years) expressed receptors for mone-deficient horse serum only, MOLT 4 grew oestradiol (Cole et al., 1983) ). The physiologic a mean peak density of 4.1 x 106 cells ml-6 significance of these receptors is unknown, although s from the start of incubation (day 4 on graph). cases have been described in which malignant ther E2 nor a single dose of tam altered growth lymphoid cells from patients with chronic ves significantly. However, E2 in combination lymphocytic leukaemia (Rosen et al., 1982) and i tam resulted in a day 4 mean cell density of Hodgkin's disease (Stark et al., 1981) both bear roximately 2.2 x 106ml-l (P=0.01) compared oestrogen receptors and are inhibited by oestrogens i controls. Three days of tam alone inhibited or their antagonists. The leukaemia of AKR mice wth of MOLT 4 to a similar extent but with E2 also is known to be sex hormone-dependent lted in 5 x 105 cells ml -1 (P< 0.00 1) compared although the receptor status of those lymphoblasts icontrol. All doses of E2 from 10-8M-10-12M has not been examined (Srinivasan et al., 1982 (Salmon & Vistica, 1979) . Whatever the mechanism, the phenomenon may be a more general one, not specific for ALL. We recently have noted E2 and tam to have a similar effect on neuroblastoma cells in vitro (submitted for publication). Anecdotal reports have suggested that hormonal manipulations may be useful in the treatment of a variety of lymphoid malignancies (Rosen et al., 1982; Stark et al., 1981) . Study of additional leukaemic cell lines, both of T-and non-T-cell phenotype, is necessary in order to further define the therapeutic potential of tamoxifen in acute lymphoblastic leukaemia.
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